Development of some immune-mediated disorders may depend on dysregulation of the hypothalamic-pituitary-adrenal (HPA) axis. To explore neuropsychologic mechanisms in relation to the abnormal endocrine reactivity in patients with systemic lupus erythematosus (SLE) and chronic hepatitis C (CHC) we used the corticotropin releasing hormone (CRH) test, the Minnesota Multiphasic Personality Inventory (MMPI), and the Edinburgh Inventory of Manual Preference Inventory (EIMP). Compared to controls, the adrenocorticotrophic hormone (ACTH) response to CRH was reduced in CHC, while SLE presented reduced baseline dehydroepiandrosterone sulfate levels; higher neurotic scores were found in SLE and higher behavior deviant scores in CHC. Peak ACTH levels were a significant factor for the MMPI profile variability, while the manual preference score was a significant factor for the ACTH response. Personality and manual preference contribute to neuroendocrine abnormalities. Different behavioral and neuroimmunoendocrine models emerge for these disorders.
INTRODUCTION
Immunosuppressive effects of corticosteroids have long been used in clinical practice. More recently, it has been suggested that the intrinsic activity and/or reactivity of the hypothalamus-pituitary-adrenal axis (HPA) may be a relevant factor in the development of some immune-mediated disorders. Sternberg et al. (1989a Sternberg et al. ( , 1989b first showed that the arthritis-susceptible Lewis rat presented a central nervous system defect of corticotrophin-releasing hormone (CRH) secretion, with minimal adrenocorticotrophic hormone (ACTH) and corticosterone response, after the intraperitoneal administration of streptococcus cell wall antigens. The development of the acute and chronic arthritis process could be prevented in that strain by prior administration of dexamethasone, while the usual resistant Fisher F344 rat could be rendered susceptible by the administration of corticosterone receptor antagonists like the experimental drug RU486. Since then, abnormal HPA axis reactivity has been shown in several animal models of immune disorders (Harbuz et al., 1999) .
If an hyporeactive HPA axis is operative in the pathogenesis of immune-mediated diseases, the mechanisms for the decreased endocrine reactivity must then be sought. In animals and even more so in humans, neuropsychological factors may contribute
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